. We have shown previously that The 14-3-3 proteins bind preferentially to proteins carectopic overexpression of meiRNA in vegetative cells rying phosphoserine [7] and modulate the function of results in the generation of nuclear Mei2p dots [5] . Altothem in a variety of ways [8] . The rad24 and rad25 genes gether, we conclude that meiRNA and Rad24p execute encode the major and the minor 14-3-3 isoforms of S.
opposing functions in meiosis: meiRNA advances forpombe, respectively, which participate in DNA-damage mation of the Mei2p dot, whereas Rad24p retards it. checkpoint control by regulating the M phase activator Cdc25p [9, 10] . Overexpression of rad24 could inhibit Phosphorylation of Mei2p Strengthens ectopic meiosis in the temperature-sensitive pat1-114
Its Interaction with Rad24p
Mei2p could interact with Rad24p and Rad25p in a conventional yeast two-hybrid assay (data not shown; see Figure 4A , the premeiotic DNA synthesis [2, 4], and overexpression of Rad24p impedes not only meiosis I but also the onset addition of GST-tagged Rad24p suppressed the binding of meiRNA to phosphorylated Mei2p but did not signifiof meiosis. Therefore, a highly likely scheme will be that Rad24p hampers the access of RNA in general to the cantly affect its binding to unphosphorylated Mei2p. The control GST caused no effect on either type of Mei2p. phosphorylated form of Mei2p. Consistent with this scheme, deletion of rad24 cannot suppress the mei2-Pat1 kinase did not phosphorylate Rad24p (data not shown). Altogether, these observations suggest that FA mutation (our unpublished data). facilitate progression of meiosis, besides the ability to associate with meiRNA and other hypothetical RNA mol-
